there she found nowhere to stay, slept at the railway station and returned home next day. A few days later she cut off all her hair as close to the head as possible. On 13.8.59 she was admitted to Netherne Hospital where she was very agitated and disturbed. She was diagnosed as suffering from schizophrenia and treated with Stelazine and reserpine. Affect was recorded as incongruous; at times she was smiling to herself, at times near to tears. No delusions or hallucinations were noted; but there was thought disorder with difficulty in concentration and her talk was at times confused, with frequent interruptions. She eventually settled down, and was then transferred to the National Hospital for investigation of the weakness of the neck. On admission, though quiet and slow, she showed no mental abnormality of a schizophrenic kind. On neurological examination there was bilateral facial weakness, severe weakness of both sternomastoids, weakness of the right scapular muscles, the right deltoid and both triceps muscles. Dr E A Carmichael thought the muscular weakness was due to old poliomyelitis; but this was thought unlikely by Dr R W Gilliatt, owing to the symmetrical weakness of the facial muscles and wasting of the sternomastoids. EMG studies of the right deltoid, pectoralis and rhomboid muscles on two occasions showed in all three muscles slight reduction in motor unit interference pattern on maximal voluntary effort; the motor units were brief, polyphasic, of reduced amplitude. The changes resembled those of a myopathy. A biopsy specimen from the right deltoid showed no abnormality. The EEG was normal. Otological examination showed moderate bilateral deafness, chiefly in the band 4,000-8,000 c/s. Vestibular function was normal, apart from some slight general reduction of caloric responses. Dr C S Hallpike reported that the cause was obscure. The Ishihara test was normal. Blood-films showed typical 'drumsticks' in 10/500; but buccal epithelial cells were chromatin negative. Professor Penrose reported that the blood culture cells might be those of a mosaic Turner's syndrome with about one-fifth of the cells lacking one X chromosome, while the others were probably normal: 'The skin culture cells did not seem to support this view, although there seemed to be quite a number of abnormal karyotypes. As this occurs in cultures not infrequently, I am inclined to discount them and to consider that she probably has the karyotype of a normal female.' Fig 1 shows the myopathic facies and the scoliosis. The syndrome is interesting, combining unaccountable deafness, an unusual form of myopathy and a scoliosis not accounted for by muscular weakness. In view of the positive family history, the schizophienic illness may be coincidental; as far as we knew this is the first case in which schizophrenia has been reported in a case of Turner's syndrome, pure or mosaic. The fact that the patient is the child of first cousins is curious. We wonder whether parental consanguinity can be expected to show in excess in such cases. In addition to anamnestic data two questionnaires were used. These were the Teacher's Report Form (TRF) (Bowlby et al. 1956 ) and the Maudsley Personality Inventory (MPI) (Eysenck 1959 When results from the whole group of proband offspring were compared with those from the whole group of control offspring, the main findings supported the hypothesis that on a genetical basis an increased incidence of neuroticism would not be expected amongst the offspring of psychotics. Thus a slightly higher proportion of offspring of controls than of probands obtained a zero score, denoting absent or negligible neurotic symptoms. The MPI scores indicated that the level of neuroticism in the control offspring group was raised but that the level of neuroticism in the proband offspring group was not raised, the results being compared with those of Eysenck(1959) for a group of 1,800 English normals. Furthermore, no significant difference was found between the TRF adjustment scores of children of probands and of controls. The mean maladjustment scores were very slightly higher for proband children than for control children, though not significantly so.
Meeting
Besides results for testing the main genetical hypothesis, findings of more general psychiatric interest were obtained in the course of the investigation.
When the proband groups were considered separately according to parental diagnostic category, there were strong indications that neurotic disturbance was more frequent amongst the offspring of obsessional probands than amongst the offspring of the other diagnostic groups. This was reflected in the numerical data obtained, and in the anamnestic data which revealed a tendency for the children of obsessionals to be overdependent on the mother and commonly subject to excessive faddiness with food, excitability, stubbornness, temper-tantrums, timidity, an inclination to cry easily, attention-seeking behaviour, specific fears, and gratification habits such as cloth and thumb sucking. The number of offspring of obsessional probands studied was too small for these findings to be regarded as more than suggestive. The results suggest that further psychiatric study on a larger scale of the children of obsessionals would be of interest.
ln the neurotic offspring of schizophrenic probands were features commonly associated with the schizoid temperament, such as undue sensitivity, irritability, over-excitability, solitariness, excessive day-dreaming and a tendency to retreat into a fantasy world. This was interesting in view of the genetical observations by Bleuler (1941) and Mayer-Gross et al. (1960) that persons of schizoid personality are frequently found amongst the close relatives of schizophrenics. On the other hand an environmental factor was evident as in the neurotic offspring of schizophrenic mothers, though not in those of schizophrenic fathers, the onset of neurotic symptoms was more frequently associated with very adverse circumstances in the environment than in the case of neurotic offspring in any other group.
The adverse environmental effect of a psychotic parent was supported by a comparison of the offspring of proband groups of parents with affective illness of early and late onset. If psychosis appearing in a parent were an environmental influence predisposing towards neurosis in the child, then this effect would be less likely to be observed in families in which the parent's psychosis first appeared at a later age, when the offspring are more likely to have less environmental contact with the parent or even to have grown up and left home, than in families of parents whose psychosis had started early. Support for this hypothesis was found in the higher percentage of zero scores on the neurotic symptomatology scale for the offspring of parents with affective psychosis of late than of early onset. Moreover, the mean neuroticism score on the MPI was lower for offspring of parents with affective psychosiJ, of late than of early onset.
If the presence of a psychotic parent were an effective environmental factor in producing neurotic disturbance in the child, then it would be reasonable to expect a time relationship between the psychosis in the parent and the neurotic signs in the child. Furthermore, if such a relationship existed a higher incidence of neuroticism in the offspring would be expected after onset ofparental psychosis than before, this effect being most marked in the period immediately after the onset of parental psychosis. A significant difference was found between the observed and expected distribution with respect to the time of onset of neurosis in the off-spring and the time of onset of parental psychosis, due mainly to an excessive incidence of neurosis in the offspring in the two-year period immediately after the onset of psychosis in the parent. Thus the view was supported that a causal relationship exists between the onset of parental psychosis and the appearance of neurotic manifestations in the offspring.
It has been suggested that children in the earliest years of life are especially vulnerable to certain kinds of psychological stress producing neurosis. Thus Bowlby (1940) has indicated that maternal deprivation is particularly harmful. This view has been strongly supported by other observers. The idea of special susceptibility to interruption in the mother-child relationship in the first two years of life is supported by the findings of Lewis (1954) in her work with deprived children. She found a significant difference with respect to disturbance between those children who were separated and those who were not, only where separation was lasting and occurred before the age of 2 years.
A test was made in the present investigation to ascertain whether the onset of parental psychosis at any particular age in early life would constitute such an environmental stress factor. In the children who were 15 years old or under, a distribution according to neurotic symptomatology rating and their age at the time of onset of psychosis in the parent showed no significant deviation of observed from expected values. The findings, therefore, failed to support the view that the onset of parental psychosis might constitute a stress conducive to neurosis to which the offspring might be particularly susceptible in the first two years or at any other particular age in early life according to the groupings studied.
Summary ofFindings
In this investigation into the incidence of neurosis amongst 330 offspring of psychotic parents and 342 offspring of control parents, a comparison of the groups supported the hypothesis that on a genetical basis a raised incidence of neurosis would not be expected amongst the offspring of psychotics.
There was, on the other hand, evidence supporting the environmental hypothesis that psychosis in a parent is conducive to neurotic disturbance in a child. This included the finding of a lower rate of neurosis amongst the offspring of psychotic 14 parents with affective illnesses of late onset than amongst those of parents with affective illnesses of early onset when greater environmental contact might be expected between parent and child. Furthermore, an examination of the time of onset of psychosis in the parent relative to the time of onset of neurotic disturbance in the child indicated a causal relationship between these two events. The onset of parental psychosis did not, however, appear to be a stress factor to which the child was especially susceptible during the first two years of life if results could be measured in terms of neurotic symptomatology.
